We report the case of a 19-year-old male who successfully recovered from sudden cardiac arrest. Careful evaluation did not reveal any electrical or structural abnormalities. He underwent implantable cardioverter defibrillator (ICD) implantation, with a diagnosis of idiopathic ventricular fibrillation (VF). Three months later, VF recurred and was successfully terminated by ICD shock. Electrocardiogram (ECG) revealed a slurred type J point elevation at the inferolateral leads with a horizontal/descending ST segment change, which was not present during the initial hospitalization. Cilostazol was prescribed to prevent further lethal ventricular arrhythmias. Subsequently, no arrhythmic events were reported, and the J wave disappeared at the follow-up ECG. However, recurrent VF episodes with an interval of 1-2 weeks occurred 1 year later, and were terminated by ICD shock. Simultaneous ECG revealed a J point elevation at the inferolateral leads. Cilostazol was replaced by quinidine. Subsequently, no arrhythmic event recurred for over 12 months. Serial follow-up ECG is needed to identify masked inherited primary arrhythmic syndromes in sudden cardiac arrest survivors diagnosed with idiopathic VF. Cilostazol and quinidine might be good therapeutic options to prevent further lethal events in cases where the J wave syndrome is present with recurrent ventricular arrhythmias.
Introduction
Lethal ventricular arrhythmias can occur even in the absence of structural heart disease. Inherited primary arrhythmia syndrome (IPAS) is a rare condition, but is often associated with high mortality rates. Despite meticulous evaluation, the underlying cause of sudden cardiac arrest (SCA) remains idiopathic in a majority of survivors. IPAS is often revealed during serial followup examinations because electrocardiographic abnormalities of IPAS tend to change spontaneously. The J wave syndrome is a recently discovered form of IPAS and is an important cause of SCA in relatively young patients. We report the case of a 19-yearold male who survived SCA and a diagnosis of J wave syndrome was made subsequently. 
Discussion
The early repolarization pattern in ECG, known as the J wave, is considered to be benign. Recent studies, however, have reported that the J wave may be associated with an increased risk of death. 1, 2 Additionally, early repolarization has been reported to be associated with recurrent VF in cardiac arrest survivors. 3 Rosso et al. have termed early repolarization with a horizontal/descending ST segment as "malignant", because it was more strongly correlated with idiopathic ventricular fibrillation among all types of early repolarization. 4 In the present case report, a horizontal/ descending type of early repolarization pattern was documented in the ECG. This abnormal pattern, which exhibited dynamic changes with time, might cause recurrent VF episodes. Although the primary therapy for VF is ICD implantation, shock reduction and the prevention of recurrent ventricular arrhythmia should be considered. A pharmacologic intervention, which either decreases the membrane outward currents, or increases the inward currents, prevents the loss of the action potential dome in the right ventricular epicardium. Q uinidine has been shown to directly inhibit the Ito in addition to a secondary inhibition due to an increase in the heart rate by a vagolytic action. 5, 7 Experimental studies have shown quinidine to be effective in restoring the epicardial action potential dome, thus normalizing the ST-segment and preventing phase 2 reentry and polymorphic VT. 8 Cilostazol, an oral phosphodiesterase type-III inhibitor has been shown to increase the I Ca due to the inhibition of the phosphodiesterase activity in the ventricular myocytes and decreases the Ito due to an increased heart rate which again is secondary to an increased ICa in the sinus node. 
